Mediterranean region. In this communication we present three male and one female patients with this haemoglobinopathy, all are sibs in a family in which there may also be fl-thalassaemia.
Material and methods
Both parents of the propositi originate from a small village in the southern part of Lebanon. They are Sunni Moslems and are closely related. Unfortunately our family investigation was incomplete as the household is spread over different parts of the country and could not all be contacted. The pedigree is shown in Routine haematological studies were performed using standard methods (Dacie and Lewis, 1963) . The alkali-resistant haemoglobin was measured by the technique of Singer, Chemoff, and Singer (1951) . The abnormal haemoglobin and the A2 fraction were determined following the procedure of Goldberg (1958) . Inclusion bodies were identified after treatment of blood with brilliant cresyl blue (BCB) (Dacie and Lewis, 1963) .
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A mixture of anticoagulated venous blood, one part with two parts of 1% dye was incubated for 30 minutes at 370 C and then examined as smears without counterstain. At least 10,000 red cells were studied and the presence of positive cells was recorded.
Case reports
The clinical picture of the two older boys and a sister affected with the disease was practically identical. Tables   I and II summarize the haematological and haemoglobin studies in the four patients.
M.1. The oldest child in the family, aged 11 years, was admitted to the hospital for the first time on 13 July 1964 because of fever and -generalized weakness. He had been noted to be pale and had intermittent jaundice since infancy. Physical examination at the time of admission revealed mild scleral icterus and moderately severe anaemia. His head was large but the typical mongoloid facies was not apparent. The abdomen was markedly protuberant with a large spleen and a moderately enlarged liver.
Initial haematological studies revealed a moderate degree of hypochromic anaemia with normal leucocyte and platelet counts. The peripheral blood smear showed anisopoikylocytosis, many target cells, and a few nucleated red cells (Fig. 1) . The reticulocyte count was elevated. Red cell osmotic fragility was decreased.
Shahid, Khouri, and Sahli I1.4. The third sib, the only female, was 17 months old when first seen in the paediatric outpatient department. She had been suffering from loss of weight, fever, and repeated upper respiratory infection. On examination she appeared to be irritable, anaemic, and had stunted growth. The abdomen was greatly distended with a 4 cm enlarged spleen and 1 cm enlarged liver. The haematological changes were much more marked (Table I ). This case showed the same haemoglobin findings as her elder brother (III.1), who had a wide abnormal band identified as Hb-H (Fig. 2) . Incubation of her blood with BCB revealed inclusion bodies in 80-100% of red cells (Fig. 3) . She died a few months later.
11I.6. The youngest sib, a 3-year-old, had a negative past medical history. On examination he was found to be slightly pale but was not jaundiced; the liver and the spleen were not palpable. The haematological abnormalities were less pronounced than in the three other sibs. Red blood cell inclusions were present in about 15% of cells, and a very narrow band of Hb-H was seen on electrophoresis (Fig. 2) .
Family studies
It was not possible to study all family members for the reasons mentioned above. The remaining sibs, III.3 and III.5,aged8 and 4years,respectivelywere found to be asymptomatic and their physical examination negative. There were no abnormalities in their haemoglobin patterns. However, in III.5, inclusion bodies could be detected in approximately 1/1000 red blood cells, and in both sibs the peripheral smear showed slight hypochromia, the mean corpuscular haemoglobin was low and the red cell osmotic fragility decreased. Similar findings were noted in the mother. The other available members of the family were normal. The pedigree of the family is shown in Fig. 4 .
Discussion
In three of the patients reported here the clinical and the routine haematological findings suggested the diagnosis of thalassaemia major, although in this latter condition the symptoms are usually more severe, the morphological changes in red cells more marked, and the outcome more ominous. The diagnosis of -haemoglobin H disease was based on the demonstration of intra-erythrocytic inclusion bodies and on the abnormalities of the haemoglobin pattern. The inclusion bodies were spherical, greenish blue in appearance and could be easily differentiated from the darkly-stained and filamentous structure of the reticulocyte. The abnormal band in the electrophoretic strip identified as haemoglobin H had a higher anodic mobility at pH 8-2 than normal haemoglobin. It constituted 0 3-30% of the total haemoglobin. Although the abnormal haemoglobin was not detectable in either parent of the propositi, the mother had rare inclusion bodies and a peripheral blood picture suggestive of a-thalassaemia trait. In addition, she had elevation in the Hb-A2 fraction, consistent with heterozygosity for /-thalassaemia. The coexistence of the second condition in this family is evidenced by the severity of the anaemia in III.2 despite a very low Hb-H and the small number of inclusions.
Haemoglobin H has been shown to consist entirely of beta-polypeptide chains (Jones et al, 1959) with a molecular formula of f4. 
